To the Editor: The conclusion by Calis et al. that iron deficiency was not a prominent cause of severe anemia in Malawian children would have been more convincing if the results of bone marrow iron staining in the case patients had been reported. Analysis of the amount of stainable iron in bone marrow aspirates is considered to be the most valuable tool for assessing whether sufficient iron is available for erythropoiesis. Furthermore, the accuracy of the ratio of soluble transferrin receptor (TfR) to log ferritin for diagnosing iron deficiency may have been hampered by the high prevalence of viral, bacterial, and parasitic infections in the case patients. TfR levels are predominantly determined by erythropoietic activity, 1 and suppressed erythropoiesis is a common observation in infections, 2 such as malaria and human immunodeficiency virus infection. Moreover, inflammation increases ferritin levels independently of body iron stores. To the Editor: On the basis of plasma folate measurements, Calis et al. assert that folate deficiency was absent among Malawian children with severe anemia. However, the authors did not conclusively rule out folate deficiency by measurement of plasma homocysteine (and methylmalonic acid). 1, 2 Low plasma folate values support the diagnosis of folate deficiency in uncomplicated anemia, but because erythrocyte folate values are 30 times as high as plasma folate values, even a small degree of (intravascular) hemolysis can raise plasma folate values and mask cellular folate deficiency. The burden rests on these investigators to unambiguously establish the absence of folate deficiency in sick and undernourished children. 3 Asok C. Antony, M.D.
